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Not long ago, memory of childhood trauma and in particular sexual abuse emerging in the context of recovered memory therapy caused a lot of debate among mental health professionals. It also had legal ramifications, as some cases were brought to court. The American Psychiatric Association and similar bodies worldwide condemned the 'recovered memory approach'. A Royal College of Psychiatrists' Working Group (Brandon *et al*) issued the following statement in 1998:

> No evidence exists for the repression and recovery of verified, severely traumatic events, and their role in symptom formation has yet to be proved. There is also striking absence in the literature of well-corroborated cases of such repressed memories recovered through psychotherapy. Given the prevalence of childhood sexual abuse, even if only a small proportion are repressed and only some of them are subsequently recovered, there should be a significant number of corroborated cases. In fact there are none. (See <http://bjp.rcpsych.org/content/172/4/296>)

The subject has also attracted a lot of interest among neuroscientists. They have developed a technique called 'memory implantation' to investigate the 'false-memory' phenomenon. Suggestible individuals can be induced to believe an event happened in their childhood which is completely fallacious. There are various methods both of memory implantation, and of interpreting the degree to which participants have accepted the false memory as true. Some scientists who have used 'memory implantation' claim great success, others not, and this unreliability is likely to be due to non-standardised experimental techniques. Recently, a research group claimed to have developed a reliable coding system for 'false memories', which they applied to over 400 transcripts from eight peer-reviewed published 'memory implantation' studies. When the memory implantation technique provided idiosyncratic (personal) information to the participant, together with encouragement to imagine the (implanted) event, the false memory formation rate was 46.1%. Surprisingly, providing false photographic 'evidence' worked against success.

If indeed we are so suggestible, how reliable can witnesses' evidence be in court?

Have you wondered why some people's beliefs are not amenable to modification despite good evidence to the contrary? Researchers have shown that there is a good neurobiological basis to this! They used neuroimaging to investigate the neural basis of strongly held political beliefs in 40 people. During brain scanning, the participants were presented with political statements they strongly believed and then shown counter-claims that challenged each statement. Challenging their political beliefs increased activity in the default network, a set of interconnected structures which is thought to be concerned with high-level thinking about important personal beliefs or values, self-representation and disengagement from the external world. Greater belief-change resistance was associated with an increase in activity in the dorsomedial prefrontal cortex and a decrease in the orbitofrontal cortex. Those who were most resistant to changing their views showed more activity in the amygdala and the insula when evaluating the counter-evidence than did those more willing to change their mind. The amygdala is involved in the perception of threat and anxiety and the insular cortex detects the emotional salience of stimuli. These findings suggest that emotion plays a role in cognition, in reasoning and in belief-change resistance.

Clinical signs of heart or brain damage emerge some years after the onset of pathological changes and detecting these at an earlier stage may help prevent or delay the onset of such devastating conditions. Recent research findings from the Netherlands offer some hope of early detection. In 2397 people (mean age 57 years) without dementia, stroke or heart disease, drawn from the population-based Rotterdam Study, the authors examined the association between serum levels of N-terminal pro-B-type natriuretic peptide (NT-proBNP), which is a marker of heart disease (cardiac wall stress), and magnetic resonance markers of subclinical brain damage (volumetric, focal and microstructural).

Higher concentrations of NT-proBNP were associated with smaller total brain volume, affecting predominantly grey matter, and larger lesion volume and poorer organisation of the white matter. It is hypothesised that subclinical cardiac malfunction may be responsible for the brain changes, and that reductions in blood volume may cause cerebral microvascular damage or interfere with the function of the blood--brain barrier, resulting in brain damage.

If you are one of the people who love spicy hot food, you can rejoice! A large population-based cohort study from the National Health and Nutritional Examination Survey (NHANES) III, a representative sample of US non-institutionalised adults, in which participants were surveyed from 1988 to 1994, examined the relationship between consumption of hot red chili peppers and mortality. Those who consumed them had a 13% lower risk of death than those who did not. Despite some limitations in this study, the finding is in keeping with some previous studies showing the beneficial effects of spices and in this case capsaicin, contained in hot red chili peppers.

One mechanism for these beneficial effects may be an increase in lipid catabolism in different tissues protecting against hypercholesterolaemia and obesity, hence reducing the risk of type 2 diabetes and atherosclerotic cardiovascular disease. There may also be antimicrobial effects, such as against *H. pylori*, and beneficial changes in the gut microbiota, as well as anti-inflammatory, antioxidant and other possible benefits.

A word of warning though: by all means eat red hot chili to your heart's content but don't throw away your statins! Not yet!

Are drug-using mothers wholly responsible for the damage to their offspring's development? Is it time for fathers to take some responsibility too? Research on the development of children's brains, and their health in general, has focused so far on the mother's health and substance misuse. But what about the father? A recent study by a team of researchers from the Perelman School of Medicine, University of Pennsylvania, examined the possibility of fathers' contribution to the developmental problems of their offspring, in rats. They examined drug-naïve rat offspring of cocaine-using fathers and found profound effects on the physiology and behaviour of the males (but not the females). They showed impairment in memory formation associated with reductions in NMDA receptor-mediated hippocampal synaptic plasticity. Concentrations of d-serine, an endogenous NMDA receptor co-agonist, essential for memory, were decreased. Administration of d-serine in the hippocampus reversed both the memory formation deficits and synaptic plasticity. The authors concluded that paternal cocaine exposure causes epigenetic remodelling in the hippocampus of their male progeny.

Pandora has previously reported on the low rates of seeking treatment for mental health problems among doctors. Medical boards in most US states require disclosure of mental health problems on licensing applications. Does this increase stigma and discourage physicians from seeking help for mental health problems? Is this unique to US doctors?

A survey was carried out via a closed Facebook group of over 2000 female physician-parents. Almost half of these believed themselves to meet diagnostic criteria for mental illness but had not sought help. Only 6% of physicians with a diagnosis and treatment of mental disorder had disclosed this. The main reasons reported for failing to seek help were that they could manage without help, had no time to do so, fear of reporting to a licensing board and embarrassment and shame.

How can we persuade patients to be comfortable with their mental health problems when we are not? Should there be a review of the regulatory systems for doctors?

Despite all efforts to improve the recognition and treatment of depression, new estimates from the World Health Organization (WHO), released on 23 February this year, show an 18% increase between 2005 and 2015 in the number of people living with depression. This reflects the overall increase in the global population, as well as a proportionate rise in the age groups in which depression is more prevalent. Globally, depressive disorders are now ranked as the single largest contributor to non-fatal health loss, at 7.5% of all 'years lost due to disability' (YLD). More than 80% of the burden of depression is among people in low- and middle-income countries. Rates vary across WHO regions, from 640 YLD per 100 000 population in the Western Pacific Region to over 850 in low- and middle-income countries of the European Region. Prevalence rates also vary by age, peaking in older adulthood (above 7.5% among females aged 55--74 years, and above 5.5% among males). Depression also occurs in children and adolescents below the age of 15 years, but at a lower level than among older age groups.
